We are currently at a curious point in the evolution of treatment for peptic ulcer. On one hand it has been discovered that eradication ofHelicobacterpylori offers an excellent solution to the problem of duodenal ulcer relapse. On the other hand most clinicians still choose to treat ulcers with regimens that do not offer this benefit. This could be dismissed as 'natural conservatism' or 'healthy scepticism' but the issue seems to be more profound. A doctor wishing to accept that H pylori and its eradication are important is immediately confronted with unresolved problems. Firstly, we have come to expect rational explanations, but some information on H pylori seems confused and in particular there is no consensus on how it causes ulcers. Secondly, there is no general agreement on how H pylon should be eradicated. This review discusses some of these problems and how they may be resolved.
The discovery: eradication ofH pylori prolongs remissions In 1981 Martin et al were surprised to find that duodenal ulcers stay healed for considerably longer after treatment with tri-potassium di-citrato bismuthate (De-Nol) than after H2 antagonists.' H pylon was first cultured in 19832 and was identified in about 90% of patients with duodenal ulcer disease compared with a minority of control subjects. 4 Furthermore, De-Nol had anti-H pylon activity both in vivo'6 and in vitro.7 For some time, the connection between these observations was not generally accepted. It was noted that some bismuth remained in the body for up to four months after De-Nol Duodenal ulcer -a self healing disease To date there has been little discussion of how H pylon might contribute to the highly characteristic tendency of duodenal ulcer disease to relapse and remit. One possibility is that it triggers a sequence of immunological events that lead to a progression through ulceration and healing to a period of resistance to further damage. Another possibility is that ulceration clears H pylon locally by destroying the relevant patch of gastric metaplasia. The next ulcer would not occur until healing has generated another patch of metaplasia and this has become recolonised with the bacteria.
Clinical strategies HOW BEST TO DIAGNOSE H PYLORI INFECTION?
At present the diagnosis of H pylon can easily be made either at endoscopy or by using non-invasive methods. The various tests have been reviewed in detail elsewhere.5455 A patchy distribution of H pylori within the antrum occasionally leads to tests on biopsy specimens being false negative. However, the biopsy urease test is sufficiently sensitive for most purposes and very simple to perform. Sensitivity may be increased by examining a further biopsy specimen histologically for H pylori, which compares favourably with the more technically demanding bacterial culture. 55 The latter method has the advantage ofindicating antibiotic sensitivity, although it is still not clear how best to treat the metronidazole resistant strains, which are present in about 15% of British patients with H pylon infection. Retesting should be performed about four weeks after the end of the eradication regimen because of the tendency of H pyloni to 'lurk and revive'.556 The urea breath tests are particularly good for confirming eradication because they sample the whole stomach. They may be performed cheaply using radioactive '4C57 or, more expensively using the non-radioactive 3C.5" Serological tests are also available. These are generally satisfactory but it can take six months for titres to fall when H pylon has been eradicated. A rapid serological test for use in outpatient clinics and general practice at the initial presentation would be helpful.
The variety of eradication regimens reflects their incomplete clinical success. The best currently eradicate H pylon from about 80% of patients, but are still not widely used. An international working party has agreed an effective regimen. This consists of De-Nol, 120 mg four times daily (30 minutes before meals and at night), metronidazole 400 mg three times daily, and tetracycline hydrochloride ( Australia.74 In one high prevalence area mothers premasticated food before giving it to their babies.7' Therefore H pylorn probably spreads 'person to person,' largely in families, and via a route that depends on suboptimal hygiene. Although H pylorn cannot usually be cultured from saliva it has been detected in saliva by the polymerase chain reaction.76 In one individual, the same strain of H pylori was cultured from both stomach and dental plaque.77 Transmission from patient to patient after endoscopy has also been described.7' H pylori has never been isolated from faeces but oral-oral spread does not explain how in one village its presence was limited almost exclusively to people who drank municipal water as opposed to water from private wells, irrespective of social class. Finally, the high incidence of serological positives in abattoir workers79 may be caused by the animals' bacteria possessing common antigens.
Conclusions
All but the most perverse now accept the abundant evidence that H pylon plays an important role in relapse of duodenal ulcer disease and that eradication regimens offer striking benefits in prognosis. Clinicians and patients would be more inclined to accept this approach if eradication regimens were more user friendly -why no blister eradication -pack? In addition, both marketing and scientific curiosity call for studies to determine how H pylori does, or in most individuals does not, cause peptic ulcers. 
